(1) Roentgenographical evidence of enlargement, cupping, and fraying of epiphyseal line.
Infantile rickets is often found in low birthweight infants' and low concentrations of plasma 25-hydroxyvitamin D (25-OHD) have been reported2.
Lack of vitamin D due to a decreased supply of nutrients transported across the placenta3 4 and to poor intestinal absorption5 6 are contributory factors. Such infants moreover, have a greater requirement for vitamin D because of more rapid bone growth.7 8 Furthermore, it is likely that impairment of 25-hydroxylation in the liver69 and of 1 a-hydroxylation in the kidney contribute to the presence of rickets in infants of low birthweight. In this study of the pathogenesis of rickets in low birthweight infants we consider whether the administration of vitamin D2 or its analogue 1 oc-OHD3 can prevent rickets.
Materials and methods
A study was made of 147 infants of low birthweight (<2500 g at birth), whose gestation was between 25 and 42 weeks, and for whom parental permission for the study was obtained. All infants were fed a formula comprising the following: calcium 14 35 mmol/l, phosphorus 12- 
Results
Vitamin D intake in each group was measured. The infants in group A had received 50-400 IUJ of vitamin D2 a day until aged 3 months and then they received 400-650 IU a day. The vitamin D2 intake in group B had averaged 50 IU a day until the end of the second week of life, and then was 550-1150 IU a day. The 1 -OHD3 intake in group C had been 0 1-0 3 ,ug a day since the second week of life, in addition to an average of 470 IU vitamin D2 a day. 
Plasma 25-OHD concentrations at 3-5 months and the incidence of rickets in infants weighing 2000-2500 g at birth are shown in Fig. 1 .
Rickets occurred in 14 (37%) of the 38 infants in group A and in 4 (17 %) of the 24 infants in group B; no rickets was present in group C. The mean plasma 25-OHD concentration in group B infants was significantly greater than that in group A infants, the mean plasma 25-OHD concentration in group A infants without rickets was significantly greater than that in group A infants with rickets, and-the mean plasma 25-OHD concentration in group.;B infants without rickets was significantly greater than that in infants with rickets, and markedly greater than that in group A infants with rickets.
Plasma 25-OHD concentrations at 3-5 months Plasma 1,25(OH)2D concentrations and the incidence of rickets in infants weighing less than 2000 g at birth are shown in Fig. 3 .
The plasma 1,25(OH)2D concentrations in group B infants with rickets were significantly lower than those in group B infants without rickets (P<0 01). Although there was a wide variation, the mean plasma 1,25(OH)2D concentration in group C infants was higher than that in the controls of term infants.
There was not a significant rise of serum calcium in group C infants (Tables 1 and 2) .
Birthweights and gestational ages of infants treated prophylactically with vitamin D2 and 1 a-OHD, are shown in Fig. 4 
